Primary hyperaldosteronism is not as uncommon as we thought, and by recent estimates the prevalance may be as high as 11% among hypertensives. We present a case of a 33 years old male patient came with a complaint of headache in occipital area & weakness in both lower limb since 4 weeks. The patient was a diagnosed case of hypertension and was already on tablet Atenolol (25 mg) once a day. At the time of admission, the patient was found to have a pulse of 96/min and blood pressure of 170/100 mm of Hg. Power was 3/5 for both right and left lower limbs. At the time of admission, serum potassium was 2.8. As a result, the patient was shifted to tablet Metroprolol and Amlodipine (50 + 5 mg) once a day. We also added tablet Cilnidipine (10 mg) and Telmisartan (80 mg) once a day and syrup Potklor thrice a day with water. The patient was sent for renal artery doppler, urine for metanephrines and vanillylmandelic acid, serum aldosterone, plasma aldosterone/plasma renin activity ratio (PAC/PRA ratio), urinary aldosterone, urinary cortisol and adrenocorticotrophic hormone level and computed tomography (CT) abdomen to rule out hyperaldostronism. Plasma aldosterone/plasma renin activity ratio, urinary aldosterone was high and CT abdomen revealed a solitary nodule in the left adrenal gland measuring 1.2 × 1.0 cm in maximum transverse diameter, which was suggestive of adrenal adenoma. Diagnosis of Conn's syndrome secondary to adrenal adenoma was made. The patient was advised tablet Aldactone (25 mg) once a day and serum electrolytes were repeated which showed normalization with normal blood pressure.
mains unclear, this is almost certainly an underestimate. Some studies have found primary hyperaldosteronism in up to 5% to 10% of hypertensive patients, and in patients with resistant or refractory hypertension, the prevalence may be as high as 11% to 23% [2] . Although primary aldosteronism is still a considerable diagnostic challenge, recognizing the condition is critical because primary aldosteronism-associated hypertension can often be cured (or at least optimally controlled) with the proper surgical or medical intervention. In this case report, we present a patient who presented with very nonspecific symptoms and was later diagnosed with Conn's syndrome. to have a pulse of 96/min and blood pressure of 170/100 mm of Hg. On general examination, no pallor, clubbing, icterus or cyanosis was found. On systemic examination, no abnormalities were detected in the respiratory system, abdominal or cardiovascular system. On examining the central nervous system, power was 3/5 for both right and left lower limbs. Power in rest of the limbs, tone, reflexes was normal. At the time of admission, the patient had deranged electrolytes, serum potassium was 2.8. As a result the patient was shifted to tablet Metroprolol and Amlodipine (50 + 5 mg) once a day. We also added tablet Cilnidipine (10 mg) and Telmisartan (80 mg) once a day and syrup Potklor thrice a day with water ( Table 1 ). The patient was sent for renal artery doppler and urine for metanephrines and vanillylmandelic acid. Renal doppler and urinary metanephrines failed to reveal any abnormality. In view of recurrent hypokalemia, the patient was advised to get serum aldosterone, plasma aldosterone/plasma renin activity ratio (PAC/PRA ratio), urinary aldosterone, urinary cortisol and adrenocorticotrophic hormone level. It was found that plasma aldosterone/plasma renin activity ratio and urinary aldosterone was high. As a result we decided to get a computed tomography (CT) of the abdomen to rule out hyperaldostronism (Table 2) . CT abdomen revealed a solitary nodule in the left adrenal gland measuring 1.2 × 1.0 cm in maximum transverse diameter, which was suggestive of adrenal adenoma ( Figure 1) . Diagnosis of Conn's syndrome secondary to adrenal adenoma was made. The patient was advised tablet Aldactone (25 mg) once a day following which the serum electrolytes and blood pressure became normal. The patient was advised left sided adrenalectomy for long term benefit.
Case Report

Discussion
The usual presenting features of primary aldosteronism are hypertension and hypo- In treating patients with primary aldosteronism we aim to prevent the morbidity and mortality associated with hypertension, hypokalemia, renal and cardiovascular damage.
Excessive secretion of aldosterone is associated with an increased risk of cardiovascular events. Surgery is the preferred treatment for patients with unilateral disease. A marked reduction in aldosterone secretion and correction of the hypokalemia in almost all patients is seen after unilateral adrenalectomy [4] . Although laparoscopic adrenalectomy is more cost-effective, the administration of a mineralocorticoid receptor antagonist is an effective option in patients who refuse or are not candidates for surgery [5] . So in patients who refuse surgical options or are not fit to undergo one, the pharmacological treatment aims at correcting hypokalemia, normalizing the blood pressure, and reversing the effects of hyperaldosteronism on the heart. Of the mineralocorticoid receptor antagonists, spironolactone is suggested as the first-line drug and later switching to eplerenone if side effects are limiting [6] . Eplerenone is a more selective mineralocorti-coid receptor antagonist than spironolactone and is associated with fewer side effects.
Conclusion
Identifying primary aldosteronism is important because of its prevalence and association with a higher rate of cardiovascular morbidity and mortality when compared to age-and sex-matched patients with primary hypertension and the same degree of blood pressure elevation. We were able to diagnose this patient in a stepwise manner ruling out many diagnoses before arriving at the correct diagnosis. In patients diagnosed with primary aldosteronism, treatment of the mineralocorticoid excess results in reversal or improvement of the hypertension and resolution of the increased cardiovascular risk.
